which will be replaced by fibrous tissue. Occasionally the organism will be pathogenic and give rise to a severe acute infection with systemic sequelm, fever, cough and more lung damage. The Streptococcus pneumonik probably functions as both allergen and pathogen, which would account for recurrent attacks. With the loss of elastic fibres and their replacement by fibrous tissue, owing to pressure relationships in the lung and within the pleural cavity, collagen will tend to be laid down along its maximum dimension and the surfaces involved will enclose the normal expiratory volume. With the progressive involvement of different parts of the lung the end-result will be emphysema. The role of all irritants, whether from smoking, industrial fumes, or dust, will be superimposed and still further aggravate the condition. The pre-existence of this primary condition may well determine why only certain individuals in a group, exposed to the same industrial hazard, develop chronic bronchitis or pneumoconiosis.
Last year a report was published on the medical conditions on the island of Tristan da Cunha (Black et al. 1963 We then asked about respiratory consultations: whether the patient was a smoker (and what was smoked): whether he was a regular morning producer of phlegm; and whether, in the opinion of the recording doctor, the respiratory disease was in the upper or lower respiratory tract (or in both). The criteria to be used by the recording doctors were not defined; it was left to their own judgment in each case. Nevertheless, the picture which has emerged suggests that we all used similar criteria.
Every doctor taking part in this study was given a code number, and every one of the record sheets had their number written on it. There was space for 50 consultations on each sheet, and a fresh one was started every day; where the doctor saw more than 50 patients in one day, a second or even a third sheet was used. Sheets, blank except for the code number of the doctor and the date, were returned for those days when, whether because of holiday, illness or any other reason, no patients were seen.
The The pattern of respiratory illness which we found in London during the winter of 1962-3 with two peaks of incidence -the first during the fog at the beginning of December, and the second during the freeze-up from the end of that month to the beginning of March -contrasts with the almost straight line graph of incidence of respiratory illness in Sheffield without the two distinct peaks (Fig 1) . We believe this is because our first analysis, which is of weekly totals, is too insensitive to show the effect of any peak of pollution lasting only a short time. London's smog filled the recording week, so I shall concentrate on the information obtained from London. The graph of respiratory disease onsets (Fig 1) is remarkably similar to those for respiratory and cardiovascular deaths (in the five London boroughs where we sought this information) and for admissions to hospital for respiratory disease through the Emergency Bed Service. The numbers ofconsultations for respiratory disease, both onset and re-visits, show a similar pattern, but the re-visits flatten out the peaks in the graph.
Records were kept for the twenty-six weeks from October 15, 1962 , to April 14, 1963 . As some of the onsets of respiratory disease occurring during the last two weeks would not have been reported to the doctor until the study was completed only the first twenty-four weeks were included in the final analysis. The week of the great smog of London -that beginning on December 3, 1962 -is week 8, while Christmas fell in week 11. The freeze-up began during week 11 and with slight remissions went on until the first week in March. There was a decline in the number of attacks of respiratory disease in the two weeks after the fog, and a steady rise again starting in Christmas week. There were 1,592 onsets that week, and 1,670 in the first week of 1963, and the graph rises to the peak of 2,685 in the week beginning February 4. The greatest number of respiratory disease onsets among the men in London was during the week of the fog; among the wormen it was in February.
Onset rates for differentt age groups: Among boys under the age of 14 there was hardly any peak during the week of the smog. After Christmas they had much more respiratory disease. The age group 15-44 first shows a peak during the week of the smog, but still the number of onsets in one week is about 15 % less than it was in the latter half of the study. Men in the 45-64 and 65-andover age groups present quite a different picture: the peak in the incidence of respiratory disease during the week of the fog stands out above any other week -there were 50% more respiratory disease onsets that week in these two age groups than in any ofthe badweeks after Christmas. In the women there is a difference. The basic pattern is similar, but there is some peaking among baby girls during the fog week and, even more significant, the pattern for women between the ages of 45 and 64 resembles that of those aged 15-44, and has its main peak in February. Only the figures for women aged 65 and over show a level during the week of the fog higher than that of any other week.
Thus, there are two peaks of incidence, the first during the week of the fog in December, the second after Christmas (which coincided with the time of infective respiratory diseases). More men over the age of 45 had the onset of respiratory disease during the fog week than in any other week, but among the women only those over 65 showed this pattern. In all other age groups, the highest weekly rate of onset was during February and the younger the group the more marked this difference. Respiratory tract diseases: Much of the peak in the cold weeks from January to March was due to upper respiratory tract disease, but the lower respiratory tract bore the brunt of the fog (Fig 3) . Those men who coughed up phlegm every morning had their maximum incidence of respiratory illness during the fog week, while those who did not had most of their respiratory troubles during the second peak. Forty-five per cent of the onsets of respiratory disease among regular phlegm producers were in women, which is a surprisingly high proportion.
The smokers, especially the men, had much more respiratory disease during the week of the fog than they did after Christmas, but the relative 8 II -o n 8 11 increase during that fog week among non-smokers is just as great (Fig 4) . Indeed among the women who did not smoke it is even greater than it is for smokers. It seems that it is not that smokers had more respiratory disease onsets in the fog week, but that non-smokers consulted their general practitioner much more for respiratory troubles during the cold spell from January to March. As our statistician has pointed out, it appears at first sight that there is nothing quite like a cigarette when there is ice in the air. 
